response to prednisone in doses of 15 mg per day or less. Once again, however, there was a prompt relapse of symptoms if the drug was withdrawn.
We have gained the impression that neither phenylbutazone nor prednisone in any way influences the natural history of the condition, since patients so treated took as long to recover as those on salicylates alone. Both drugs, however, may give excellent symptomatic relief and are justified in severe cases.
Course andPrognosis Polymyalgia rheumatica appears usually to be a benign and self-limiting condition, since the great majority of our patients -whether treated by salicylates, phenylbutazone or prednisone -have shown recovery to normal health in a period varying from one to three years (Table 2) . Excluding those still with symptoms, mean disease duration was 14-8 months. Since recovery is a slow and gradual process, it is difficult to define with any accuracy when normal health has been regained, and the figures in Table 2 indicating disease duration can therefore only be regarded as approximate.
At follow-up, several patients admitted to slight aching of the shoulders or thighs after exercise, but not severe enough to limit activity or warrant the taking of analgesics.
Differential Diagnosis
Diffuse muscular pain and tenderness can herald the onset of several differing diseases, notably polymyositis associated with the collagen group of diseases or with malignant disease. In the former, other systemic symptoms and signs are nearly always apparent, and often (e.g. dermatomyositis) profound weakness is a dominant symptom; in the latter, wasting and weakness rather than pain and stiffness are the leading symptoms. Paulley & Hughes (1960) The name 'polymyalgia rheumatica' is unwieldy and largely meaningless except in so far as it indicates the site of pain and suggests a collagen disease, but it is preferable to 'anarthric rheumatoid disease' (Bagratuni 1953) as there is no evidence that it is a variant of the rheumatoid syndrome. As we are no nearer to the elucidation of the etiology, we consider it best to continue the name 'polymyalgia rheumatica' rather than confuse the picture by a new terminology. Ragan (1959) discussed the role of hypersensitivity in the pathogenesis of rheumatoid arthritis. He pointed out that the primary lesion of rheumatoid arthritis is a vasculitis whose pathology is mimicked almost exactly by that seen in the arthritis of serum sickness or experimental allergic arthropathy. Because these conditions are self-limiting, he postulated an additional auto-immunity factor to explain the self-perpetuating type of reaction which occurs in chronic polyarthritis.
If clinical allergy does bear a pathogenetic relationship to arthritis it must be a complex one, since certain allergic conditions such as asthma and hay fever have a definite antithetic relationship to rheumatoid arthritis. This was vividly illustrated by a woman of 43 who developed her acute and crippling rheumatoid disease on the same day that her asthma suddenly disappeared after having affected her daily for the past thirteen years. She suffered no further asthma attacks until her arthritis was brought under control, when the two conditions started to alternate in severity. Another feature of her disease, and alternating with the asthma and the arthritis, was severe migraine leading on one occasion to total amblyopia. Kersley (1954) drew attention to the same antithetic relationship in 6 patients he had observed.
In Table 1 (Graham 1960) the tissue concerned merits removal on its own account and not because of a suspected relationship with a rheumatic process. On the other hand, most authorities regard the polyarthritis of rheumatic fever as a hypersensitivity reaction resulting from infection with the Group A hkmolytic streptococcus. Truelove (1960) emphasized the relationship between erythema nodosum and a syndrome which included morning stiffness, joint swelling, effusion, and tenderness. Indeed, these symptoms frequently preceded the skin manifestations by up to seven weeks. The E.S.R. was raised in over 50% of the cases, sometimes to very high levels. The condition was essentially benign although the joint symptoms persisted for many months in some cases.
Erythema nodosum is regarded as frequently being due to a hypersensitivity to tubercle bacilli, or streptococci. It is therefore an excellent example of a benign rheumatic disease apparently mediated through an immunological mechanism secondary to infection.
The exact nature of the antigen in such 'infective' syndromes is not known but it would seem that experiments to determine whether it was an exotoxin or some protein fraction of the bacterium itself might yield useful information and even provide a method of inducing arthritis experimentally in suitable volunteers.
True virus arthritides are rare but well recognized. It is, however, difficult to be sure whether they represent a direct infection of the joints by the virus or some form of hypersensitivity mechanism resulting from the primary infection. The fact that the arthritic symptoms generally occur after the acute infection is settling down does perhaps suggest the latter process. It is therefore interesting to note that in a disease such as lymphadenoid goitre in which an auto-immune process is generally acknowledged, the suggestion has been made that a virus infection such as mumps may be responsible for the initial 'leak' which institutes the auto-immune process (Eylan etal. 1957) .
Two recent studies of virus arthritis are worthy of comment in this connexion. Johnson & Hall (1958) The other study is by Hollander and his colleagues (Hollander et al. 1957 , Graham 1960 , who gave a preliminary report at the 1957 International Congress of Rheumatology of an epidemic virus infection in 14 patients (of which the senior author and his wife were two). In these, a polyarthritis 'indistinguishable from rheumatoid arthritis' developed between seven and fourteen days following the infection. Five of these 14 patients eventually developed a positive titre for the rheumatoid factor. Another group of 7 patients who already had rheumatoid arthritis caught the virus infection and all suffered a severe exacerbation of their disease. The details of this study, together with the results of the comprehensive virological investigations which were carried out, are now complete and are due to be published. Apparently, the disease was selflimiting in every case although in some the symptoms persisted for many months.
Conclusion: In this short and selective review many more questions have been posed than answered. These may be summarized as follows:
(1) If hypersensitivity is an important ctiological mechanism in rheumatoid arthritis, how does it differ from other syndromes in which acknowledged allergy and arthritis are associated? (2) Why do such syndromes occur so infrequently and why are they always self-limiting and nonerosive in character? (3) What is the significance of a positive latex test or sheep-cell agglutination test in these benign syndromes? (4) Does true 'infective arthritis' exist or do the bacteria and viruses concerned merely act as antigens -directly or by altering the connective tissue of the host to render it auto-antigenic ? (5) Why do certain allergic conditions such as asthma appear to antagonize the development of arthritis ?
Before these questions can be answered, it will be necessary to overcome the apparently insoluble problem of producing an arthritis analogous to rheumatoid arthritis in an experimental animal.
An excellent review of the attempts which have been made to do this in the past and the problems involved has recently been published by Gardner (1960) . In another review by Glyn & Holborow (1960) of the immunological aspects of rheumatoid disease the point is made that little progress in identifying relevant antigens is likely to be made until more subtle isolation procedures are available. By present techniques it appears that the native state of the material being studied is inevitably altered while it is being isolated.
